In the subject with panhypopituitarism, doses 
cortical function on a metabolic balance regimen. However (Byrom 1934) but the associated sodium, chloride, and water loss suggested that the increment in urinary nitrogen was derived from breakdown of myxoedema fluid rather than from muscle. How¬ ever, as with cortisone, the initial effect of low doses of triiodothyronine may be loss of nitrogen, reflecting catabolism of cellular protein.
METHODS
The patients were studied on an air-conditioned metabolic ward maintained at constant temperature. Activity was not limited but remained approximately the same through¬ out the studies. Dietary intake was constant and sample diets were analyzed twice during each study. Fluid intake was ad libkum. Twenty-four hour urine collections and six-day stool collections were analyzed by methods previously reported (Bergenstal et al. 1957 ). The nitrogen balance data have been plotted according to Reifenstein et al. (1945) . Theoretical potassium balances were calculated using a nitrogen: potassium ratio of 1 g of nitrogen to 3 mval of potassium (Reifenstein et al. 1945 
RESULTS
The data relating to nitrogen balance have been charted in Figs. 1 to 3. Patient I. G. (Fig. 1 ) was in approximate nitrogen balance during the control period and responded to 15 mg of cortisol daily with a negative nitrogen balance of 2 g daily. Thirty-seven and a half micrograms of triiodothyronine increased the negative nitrogen balance to 5.6 g daily but with the continued administra¬ tion of both agents, the nitrogen loss abated.
During the first 3 days of triiodothyronine administration, the resting pulse rate increased from an average of 68/m to 84/m. It then returned to the initial level.
As little as 10 mg of cortisol daily increased the urinary nitrogen in K. S. by 1.0 g daily (Fig. 2 ). When the dose was raised to 37.5 mg, the negative nitrogen balance was 2.0 g daily. With the addition of 25 and 50 //g of triiodo¬ thyronine daily in successive balance periods, the urinary nitrogen successively increased. Only at the higher dose of triiodothyronine was an increase in pulse rate recorded.
Effects of a similar magnitude were observed in M. S. (Fig. 3) . This patient was regaining previously lost weight at the beginning of the study and was thus in positive nitrogen balance. Ten mg of cortisol reversed the positive nitrogen balance and resulted in a slight negative nitrogen balance, the dif¬ ference between this period and the cortisol period avaraging 2.0 g daily.
The comparative data regarding the balances of sodium, potassium, and phosphorus have been assembled in Fig. 3 . Fig. 1-3 (Tables 1 and 2 ). In two of the three subjects, there was an immediate natriuresis when cortisol was given. In the three patients, the 24-hour endogenous creatinine clearance There are many studies demonstrating the slower disappearance rate of cortisol in the hypothyroid subject (Peterson 1958; Howard & Migeon 1958 ). The latter authors described one patient with hypothyroidism and mild liver disease in whom 25 mg of cortisone daily resulted in Cushing's syndrome. They suggested that the slowed degradation rate of cortisone had led to a physio¬ logical excess of active hormone. Since our subjects were hypothyroid, this suggestion should be considered. As the turnover rate of cortisol in myxoedema is one-third the normal rate (Peterson 1958) 
